). The other five phage clones were identified as cytochrome b, fartoxic, because the population of HBC-treated cells at the end of the assay was no less than the initial cell nesyltransferase, and three different unknown genes, and were subsequently revealed as nonspecific binders population. We previously demonstrated that hydrazinocurcumin, a novel curcumin derivative, does not inthrough phage binding assays (data not shown). hibit aminopeptidase N activity [10] . In the present study, HBC was also examined for effect on APN activity. The Ca 2؉ Is Essentially Required result shown in Figure 1B demonstrates that, like hyfor the Binding of HBC to CaM drazinocurcumin, HBC does not inhibit APN activity at We next investigated the binding specificity of HBC to any concentration used in this study. Therefore, we CaM-expressing phage (CaM-phage) using control biospeculated that there is a different cellular target of HBC tin and nonspecific phage encoding cytochrome b gene rather than APN in mammalian cells that is critical for (Cyt. b-phage). As a result, CaM-phage specifically cell growth.
bound to the biotinyl-HBC, but not to control biotin immobilized on streptavidin ( Figure 3A Figure 3C ). To exclude the possibility that were enriched after progression of biopanning rounds ( Figure 2C ). After the fourth round of biopanning, phage EGTA itself inhibits the binding between HBC and CaM, the experiment was performed in the presence of EGTA particles that specifically bound to HBC were isolated using a plaque forming assay and then analyzed for DNA and an excess amount of Ca
2ϩ
. As shown in Figure 3D , 
